Computed tomography in non-specific mental retardation and idiopathic epilepsy 629 nieuronal degeneration, but the aetiology was not established.
Discussion
The CT scan was normal in all children with petit mal and myoclonic seizures and is not considered to be indicated in these cases. In grand mal plus retardation the CT scans showed possible aetiological features in 3 children: 1 with porencephalic cyst, 1 with agenesis of the corpus callosum and 1 with cerebral degeneration, but failed to show a treatable pathology or influence treatment. We found that in children with infantile spasms plain CT scans were worth while. Again lesions requiring specific treatment are uncommon, but genetic counselling is required if tuberous sclerosis is shown. In no case in our series did contrast enhancement give additional information and it is rarely indicated unless an unexpected pathology is shown on plain CT scan.
Conclusion
When infantile spasms occur with non-specific mental retardation CT scanning will show an abnormality in about 75 % of cases. Specific abnormalities occur in under one third of these children, few will require definitive treatment, but genetic counselling may be initiated. Some 60 % of retarded children with other forms of non-focal epilepsy have normal CT scans and uncommonly show specific, treatable, or genetically transmitted abnormalities.
SUMMARY A preterm infant with hypophosphataemic rickets became hypocalcaemic when given milk specially formulated for preterm infants that contained increased phosphorus and calcium. The rickets resolved spontaneously. Routine calcium and phosphorus supplementation for preterm neonates should be investigated further.
Rickets and poor bone mineralisation in the preterm infant is common and of uncertain aetiology. Plasma alkaline phosphatase activity, measured at 4 weeks of age to screen for rickets,3 was 2600 U/l (childhood reference range (CRR), 170-850 U/l). Radiographic examination of the long bones showed no evidence of active rickets, although a skull radiograph suggested some demineralisation of the skull table. The plasma calcium was 2.40 mmol/l (9.6 mg/100 ml) (CRR=2-20-2.67 mmol/l (8*8-10*68 mg/100 ml)), inorganic phosphorus was 0.90 mmol/l (2-7 mg/100 ml) (CRR=1.02-1-96 mmol/l (3-06-5*88 mg/100 ml)), and 25-hydroxycholecalciferol was 53 nmol/l (22 ng/ml) (adult reference range = 25-43 nmol/l (10.4-17.9 ng/ml)).
Serial biochemical values are shown in the Figure. At 7 weeks the plasma alkaline phosphatase had increased to 3500 U/l and was of bone origin, while the plasma inorganic phosphorus had fallen to 0-74 mmol/l (2-22 mg/100 ml). Urinary inorganic phosphorus was undetectable and urinary calcium was 2-55 mmol/1 (102 mg/100 ml). The mother's breast milk had a low measurable phosphorus content (1.02 mmol/l (3.091 mg/100 ml)) and a calcium to phosphorus ratio of 5:1 but this was not followed serially. The mother's plasma biochemical values were all normal.
A provisional diagnosis of hypophosphataemic rickets was made and a trial of phosphorus supplementation was given. A specially formulated milk (Nenatal) for preterm infants, containing 16.6 mmol/l (50.3 mg/100 ml) of phosphorus and 25 mmol/l (100 mg/100 ml) of calcium with a molar calcium to phosphorus ratio of 1*5:1 was given and calcium and phosphorus intake per kg bodyweight are shown in the Figure. Despite an increase in absolute calcium intake, plasma and urinary calcium values fell, possibly suggesting increased calcium utilisation in bone. Urinary inorganic phosphorus remained undetectable. The infant became lethargic, fed poorly, and the clinical diagnosis of hypocalcaemia was made. Her plasma calcium value was 1-75 mmol/l (7-0 mg/100 ml). The formula milk was stopped and the baby was fed mother's expressed breast milk and calcium supplements. Although the total calcium content of the expressed breast milk and added calcium was less than had previously been given, the baby's plasma and urinary calcium concentrations increased.
In retrospect, out-patient radiographs taken at 10 weeks of age did suggest rickets. At Hypophosphataemic rickets in the preterm infant 631 been introduced. Many neonatal units use these formulas to complement breast milk fed to infants but our findings illustrate a potential hazard in this approach. Despite an increase in absolute calcium intake, the additional phosphorus to correct the low plasma inorganic phosphorus and presumed total body phosphorus depletion caused symptomatic hypocalcaemia.
The molar calcium to phosphorus ratio may be as important as the absolute concentration of these minerals in the correction of any deficiency. There may, however, be a delay in maturation of I a hydroxylase enzyme in the low birthweight baby.7 Further data are needed before preterm infants can be safely given routine calcium and phosphorus supplements.
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SUMMARY The metabolism and excretion of paracetamol was studied in an infant of 29 weeks' gestation who was exposed to the drug when his mother ingested 32.5 g 16 hours before delivery. We have confirmed that sulphation is the major pathway and that the mixed function oxidase system is sufficiently active at this gestational age to produce hepatotoxic metabolic products. As most of the recognised drug treatments for paracetamol poisoning seemed unsuitable in this case, the infant was treated with exchange transfusions.
We report a case of paracetamol poisoning in an infant of 29 weeks' gestation whose mother ingested paracetamol before delivery. 
